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Course Objectives N
Disclaimer

Frelllowmiing) it @aures, 1o Hisnee dieul “Half of what you'll learn during training will be shown to be
either dead wrong or out-of-date within 5 years ;

- appreciate the unusual presentations of neovascular complications of retinal
disorders other than AMD but including some apparently trivial presentations

recognize the implications and management of ocular toxoplasmosis

 gain a new perspective on the potential sight-saving measures for infectious
processes

recognize that not all macular disorders involving neovascularization are amenable to
treatment with an anti-VEGF agent

...the trouble is that nobody can tell you which half.”

realize the potential prophylactic role of the OD in infectious maculopathies

- be able to triage macular disease for successful outcomes and appropriately counsel
the patient with such presentations.

-David Sackett, MD

\\idal dad ac tha fathar of auidl hacad madicing (1032.2015)

Leading Cause of Legal Blindness in the US

STATE OF OR
At "OON

Prevalence of Mefor Eye Diseases (U5 Age 50 nd Okl

Clinical AMD

is more prevalent
than glaucoma &
diabetic retinopathy

What is unique about the Oregon
state flag among state flags?
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combined -
(Statistics from the AAOphth) Open Angle Diabetic AMD
Gauoma  Retingathy

Sources: hups/y healdh £ cdnd; bups/wwwncioibgovlcarnabours
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https://www.aao.org/newsroom/eye-health-statistics
https://www.nei.nih.gov/learn-about-eye-health/resources-for-health-educators/eye-health-data-and-statistics/diabetic-retinopathy-data-and-statistics/diabetic-retinopathy-tables
https://www.nei.nih.gov/learn-about-eye-health/resources-for-health-educators/eye-health-data-and-statistics/glaucoma-data-and-statistics/glaucoma-tables

AMD is a Major Health Problem & Economic Burden

AMD presents serious consequences forthe US population asawhole s, "
S
Total loss in &
gross domestic
o product in the
20 o
e to AV Is
ot more

Prevalence of Cortron Corlc iseases {US)

y . I
Aizkeimer's AvD All Cncers
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Natural Course of AMD

Late AMD—Dry' form
(Geographic Atrophy)

Early AMD
(Drusen and RPE change)

Late AMD
—tgwrisker | (POOT Vision)
progressing from
ety to late AMD
Good vision * over 5 years

Note: many patients have early AMD
with no progression to late AMD)

Geographic atrophy
(the 90 in the 90/10 rule)
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GA PROGRESSION DOCUMENTED WITH

Late AVID—Wet' form
Late AMD—Wet form  (Macular scar)
(Neovascular AMD)
Fig.1 C ion of age-related macular
British Medical Bulletin 2008;85
Raster Left/ OS

v Ot optevie

Right / OD
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Let's look at pathogenesis of AMD, beginning with RPE

Role of retinal pigment epithelium in age-related
macular disease: a systematic review

Alan Bird

ABSTRACT

Age-telated macular disease (AMD) is a major cause of
blindness and there s it treatment curently available
by which the progress of the basic disorder can be
modulated. Histological and clinical studies show that the
major tssues involved are the outer retina retinal
pigment epithelium, Bruch’s membrane and choroid.
Because of 2 wide variation of phenotype from one case
1o another, it has been suggested that acaurate
phenotyping would be necessary for assessment of the
effeciveness of treatment that s issue-directed.
However, based on findings from the study of human
donor material and animal models of disease and of cell
culture. it is concluded that retinal niament enithelial

is a process occurring in some cases during the evo-
lution of early disease. Intraocular injection of anti-
vascular endothelial factor agents is an effective
treatment for neovascularisation, but it is not
designed to modify the evolution of carly AMD. If
correct, it would be concluded that, despite major

tal therapeutic visual benefit, atrophy would pre-
dictably supervene as time _proresses for which
some clinical support exists.” * These observations
imply that the major objective of research should be
directed towards the stdy of carly AMD and the
identification of potential therapeutic targers and
mechanisms by which abnormal functions might be
madnulated.
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https://www.cdc.gov/cancer/uscs/public-use/index.htm?CDC_AA_refVal=https%3A%2F%2Fwww.cdc.gov%2Fcancer%2Fnpcr%2Fpublic-use%2Findex.htm
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5178091/pdf/40662_2016_Article_63.pdf
https://www.touchophthalmology.com/economic-impact-of-progression-of-age-related-macular-degeneration/
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1 |
Conclusions

- The RPE is a critical nutritional transport element in the retina

- RPE stress may be the site of initial insult in all phenotypic
expressions of AMD and may, therefore, serve as a potential
therapeutic target

POTENTIALLY PROMISING

- The objective of such treatment would be restoration of lipid
processing or energy restoration (think mitochondrial support)

- Mitochondrial-targeting peptides (e.g., elamipretide) are currently

under investigation as is exposure to 670mn light
Br J Ophthalmol; 2021 Nov 1; 105 (11)1469-1474
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Targeting th I t path in GA
Pegcetacoplan (Apellis pharmaceuticals) argeting fhe complement paiway in

- Dysregulation of the
complement cascade has
been implicated in GA
pathogenesis

- All 3 complement pathways
%%d in the central cleavage of

- Synthetic molecule that downregulates C3 and all
complement pathways

- Delivered intravitreally
-Phase Il Studies: 246 pts e e

)( e 5
binds C3, ting i
- At 12 mos, 29% lower rate of GA progression with monthly M @ e Gavage Preveninatte

injections vs sham x - Inhibition of C3 blocks steps
r@eierin the complement cascade

. i in vi i ded f izati
No difference in visual acuity needed for opsonization,.

of MAC

39

Pegcetacoplan Gyroscope therapeutics
- Phase 3 DERBY and OAKS - GT005: investigational gene therapy designed to induce
- Septs, 2021 ) expression of CF-I after subretinal delivery
- OAKS: met primary endpoint
« 16%-22% reduction in lesion growth at 1 year + CF-l down regUIateS CF
- DERBY: did NOT meet primary endpoint « CF related to inflammation and GA lesion progression
_ C';:;g;ij’gg“;;;”fgr'j;j; growth at 1 year - Stage Il studies showed well tolerated and had positive
. Hopeful to submit 1+t half 2022 effects on lesion size and acuity
- Hopeful approval end of 2022 -Phase Il studies underway
. i i - il ~3_K0
Would be first FDA approved treatment for dry AMDI! I;)Soklng for pts with GA and CF-I rare variants (=3-5%) vs all GA

41 42



LISTENNG TOA ROZK ~TONIGHT-
ANDROLLBAND? ~  A'60'S ROCK ‘N’

8/18/22

Let’s look at some masqueraders

44

45

86 YOWM

* Presents with reduced VA OS

* POH: repaired peripheral retinal hole SN OS X 11 yrs
* Pseudophakic in each eye

* Medicated for HTn X 20 yrs

20/80
What's the diagnosis and management?

46 47
Baseline
20/40 @ 1 week
Caliper to measure .
Retinal thickness = 462 u S/P single IV a-VEGF
48 49
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Retinal angiomatous proliferation

* Aka Type |lI
neovascularization

(intraretinal NV)
* Management

* Avastin injection =
20/40 @ 3 weeks

+ 20/60 with 4 additional
treatments @ 2 years

Neovascularization
Type I - CNVM
Type II — retinal teleangiectasia

OCT Image T

Fundus Imag

1

S/P 1 Avastin . (9
injection X 4wks ‘ 7
Aot 5 msakem 1] it ‘ 4 £ ‘

Thickness Chart

50

51

intraretinal vessels &
accompanying teleangiectatic
vessels.

B. Magnified view of RAP lesion

C.ICGA showing a single “hot
spot.”

X% D. TD-OCT showing RAP lesion
4 shadowing deeper structures.

Another example (Stage II, w/PED)

5

A. RAP with
hyperfluorescent PED
[arrows]

ICGA with RAP hot
spot, and hypo
fluorescent PED

. OCT; intraretinal RAP
[arrow], cystic spaces
and PED

@

o

(o]

Another RAP with PED
Arrow indicates
intraretinal lesion; cystic
spaces overlay PED
Yannuzzi LA, Freund KB, Takahashi BS. Review of retinal angiomatous proliferation or type 3
neovascularization. Retina. 2008 Mar;28(3):375-84

m
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A.ICGA showing communication among intraretinal, subretinal
and choroidal NV.

B. OCT shows choroidal invasion into subretinal space; RAP not well defined

Yannuzzi LA, Freund KB, Takahashi BS. Review of retinal angiomatous proliferation or type 3
neovascularization. Retina. 2008 Mar;28(3):375-84.

A. RAP [note drusen]
B. OCT suggesting choroidal invasion of subretinal space

Yannuzzi LA, Freund KB, Takahashi BS. Review of retinal angiomatous proliferation or type 3
neovascularization. Retina. 2008 Mar;28(3):375-84.
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Klein M, Wilson DJ. Clinicopathologic Correlation of Choroid AT
and Retinal Neovascular Lesions in Age-Related Macular
Degeneration. Am J Ophthalmol 2011;151:161-169.

TYPE 3 NEOVASCULARIZATION (RAP)

IRN = Intra-retinal neovascuarization
SRN = Subretinal neovascularzation
‘GNV = Choroidal neovasculerization
RCA = Retinalchoroidal anastomosis

Stages of RAP
* Stage I: Intraretinal neovascularization (IRN) _

Parafoveal capillary proliferation that originates from the deep capillary
plexus.

* Stage II: Subretinal neovascularization (SRN)
IRN extends posteriorly into the subretinal space. A localized sensory retinal
detachment develops, with intraretinal edema, intraretinal and preretinal
hemorrhages, and an associated serous RPE detachment (RPED).

 Stage lIl: Choroidal Neovascularization (CNV)
Seen clinically and i i i in witha

vascularized RPED. During this process, a communication between the
retinal and choroidal circulations forms a retinal-choroidal anastomosis.

https://mail.google.com/mail/u/0/#inbox/FMfcgxvzLDzsNxwdSCZKgqqhgZgBQbKh
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Survey of Ophthalmology
Major reviow
Retinal angiomatous proliferation

Andrew S H. Tsai, FRCOphth, FAMS™ <, Ning Cheung, MD, FRANZCO™ », Afied TL. Gan, MS<”, Glenn
J.Jaffe, MDF, Sobha Sivaprasad, DM, FRCSEG",

Key p8ifits for contemporary management
* Anti-VEGF therapy is first line treatment
+ Variable treatment response portends a guarded prognosis

« Future research will clarify pathophysiology, definition &
classification well as optimal treatment

Retinal "Bargfor senior
Angiomatous beel‘.drl.nkers
Proliferation

*Questions

*Comments

58
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Vitreo-macular traction and
adhesion

VMT vs. VMA

55 WF
3-day history of reduced VA OD

20/60 20/20

60

61
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International Vitreomacular Traction
Study group Classification

Classification Subclassificatio:
Vitreomacular Size: focal (<1500 pm) or brdad (>1500 pm)
adhesion Isolated or concurrent
VMT Size: focal (<1500 pm) or broad (>1500 pm)

Isolated or concurrent

Size: small (€250 pm), medium (>250—<400 pm),
or large (>400 pm)

Status of vitreous: with or without VMT

Cause: primary or secondary

Full-thickness
macular hole

Duker JS, Kaiser PK, Binder SP, et al. The International Vitreomacular Traction Study
Group classification of vitreomacular adhesion, traction, and macular hole. Ophthalmology.
2013 Dec;120(12):2611-2619,

Viveomacular adhesion (VWA

Broad

Focal <1500 u > 1500 u Broad

Virsomacuar racion (VM)

Duker JS, Kaiser PK, Binder SP, et al. The International Vitreomacular Traction Study Group classification of
vitreomacular adhesion, traction, and macular hole. Ophthalmology. 2013 Dec;120(12):2611-2619.

64
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Lable 2. Correlation between Commonly Used Clinical Macular Hole Stages and the Intemational Vitreomacular | raction Study
Clasification System for Vitreomacular Adhesion, Traction, and Macular Hole

Ful Thickness Macular Hole Stages in Common Use Intemational Vitreomacular Traction Study Chassificaton System

Stage 0 VMA

Stage 1: impending macular hole MT

Stage : small hole Small or medium FTMH with VMT

Stage 3: lare hole Medium or zzge FTMH with VMT

Stage 4 FTMH with PVD Small, medium, or large FTMH without MT

FTMH = fullthickness macular hole; PVD = pasterir vitreous detachment; VMA = vitreomacular adhesion; VMT = vitreomacular trction.

Duker JS, Kaiser PK, Binder SP, et al. The Traction Study Group of
vitreomacular adhesion, traction, and macular hole. Ophthalmology. 2013 Dec:120(12):2611-2619.

Natural course of YMT

* 11% of 53 ﬁatients developed spontaneous PVD (& release of traction)
at 60 months F/U

Hikichi T, Yoshida A, Akiba J, Trempe CL. Natural outcomes of stage 1,
2, 3, and 4 idiopathic macular holes. Br J Ophthalmol. 1995:79(6):
517-520.

* 32% of 106 symptomatic patients had spontaneous PVD at 23 months
F/U —
John VI, Flynn HW Ir, Smiddy WE, et al. Clinical course of

vitreomacular adhesion managed by initial observation. Retina. 2014
March;34(3):442-446.

66
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VMA/T

*Questions
*Comments

Case shared by Dr. Steve Ferrucci

68

69

65 yo white male

* h/o OHS for many years
« Laser OD 20 + years ago with scarring and poor acuity ~CF

+ CNVM OS x 10 years, with 3 injections, VA stable since,
~20/25

* In for 9 month follow up. Reports stable vision with no
active issues

+CFOD
*20/25 OS

OHS
CF

20/25

70

72

71

WIDEFIELD

Retina OverVue

73
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Angio Retina

65 yo white male

* ASSESSMENT
« OHS with reactivation CNVM
oS
* PLAN
* Avastin x 3
« RTC for repeat OCT, OCTA
after 34 injection
« Pt agrees with plan
* Monoc precautions including
Polycarbonate lenses

74 75

All you need to know about
differentiating ocular histo from toxo
* Histoplasmosis * Toxoplasmosis
OHS * Fungal organism * Obligate intracellular
« Vector is fowl guano with parasite
geographic predispositions « Vectors are multi (but NOT
. - Affects Lungs OR Eyes fowl) with regional
*Questions B — predictions
« perihpheral “histo spots” « Systemic involvement
* parapapillary atrophy * Ocular signs
© Comments ' macullarinvo!vemenlt + peripheral scarring
« Histologically is a primary * REACTIVATION
choroiditis * Histologically is a primary
76 77

Case: 39 W/M

« Initial presentation:

" : ‘o > 5 « Desires second opinion on treatment for retinal
Callmg all 1'1'13(1 'NOL- problem
+ steroids PO X 3 weeks (D/C)

= VA (OD) 20/200, mild vitritis, no A/C rxn., all else
unremarkable; OS uninvolved

» DDX???

79
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39 W/M

+ OD Fundus appearance @ initial presentation

Uninvolved fellow (20/20)

39 W/M

- Initial treatment

* Bactrim DS (160 mg. Trimethoprim + 800 mg.
Sulfmethoxizole)* PO bid X 2 weeks
*RTC X 2 wks

Current recommended treatment when offered

Lima GSC, Saraiva PGC, Saraiv FP. Current therapy of
acquired ocular toxoplasmosis: a review. J O P T. 2015
(Sep): 511-517.

80
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39 W/M

« 2- week return
visit (fundus
appearance)

39 W/M

+ VA unchanged
« Vitritis slightly diminished
« Fundus appearance essentially unchanged
« Options
« Continue meds???
+ Change meds???
+ Add meds???
* Refer???

82

83

39 W/M

* 4-week return visit
VA unchanged
« Vitritis resolved; i
+ Fundus appearance essentially unchanged
+ Options
« Continue meds???
+ Change meds???
+ Add meds???
- Refer???

39 W/M

- 8-week return
« Patient C/O itch on shoulders and back
VA 20/100
« A/C reaction resolved
* Fundus remodeling apparent
* Now what ???

84

85

10



8/18/22

OCT features of Toxoplasmic retinochoroiditis

« Reflective inner
retina in active
presentations

« Posterior hyaloid
thickened and
detached over the
lesion

* Shadowing of the
underlying choroid  monnet b, Averous k. Delair E, Brézin AP. Opical conerence tomography

in ocular toxoplasmosis. It J Med Sci. 2008:6(3)-137-5,
+ May have serous

fluid

Management of Ocular Toxoplasmosis

+ Clinical Presentation / Diagnosis
- Observation of a yellowish lesion with overlying inflammatory cells is almost
diagnostic

« Vitritis/choroiditis may accompany

- Blood tests are definitive (systemic) but not in ocular
. Sabsi’n-)FeIdman methylene blue dye test, IgG, IgM,
ELISA

1 - ) o

86
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Ocular Toxoplasmosis

+30% - 50% of all cases of posterior uveitis
- Clinical presentation (same for cong. and acq.)

« Focus of necrotizing retinitis
» Moderate to severe vitritis
In.immunocompromised patients, there may be multiple focior.

Ocular Toxoplasmosis

« Clinical epidemiology
= 1 billion infections worldwide
« More prevalent in tropical climates
« US seropositivity: 3-70% of adults

« Prevalence 6%
- Ratio: acq. 10X more common than cong

Da-la-Torre A, et al. Screening by ophthalmoscopy for Toxoplasma retinochoroiditis in Columbia. Am 1
Ophthalmol 2007; 143: 354.

88

89

Other Toxoplasmic Retinochoroiditis Risks

« Eating locally produced cured, dried, or smoked meat
« Working with meat

* Drinking unpasteurized goat's milk

* Having 3 or more kittens

« Eating raw oysters, clams, or mussels was significant in a
separate model among persons asked this question.

Jones JL, et al. Risk factors for T. gondii infection in the
United States. Clin Infect Dis. 2009 Sg0.15:49(6):878-84.

Post-inflammatory lesions

.

90

91

11
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Post-inflammatory lesions
(“congenital toxo”)

Congenital is generally bilateral, and involves posterior pole
Reactivation is not unexpected...

Inactive retinochoroiditis

- 58 B/M presents with
near complaints

* VA-20/20

92

93

Inactive Retinochoroiditis

Inactive

Recurrences (risk)

o
»
&

°
8

*While risk appears to
decline with increasing
time from most recent
episode, risk may be

L n accelerated by increasing

L L
5 10 15 20 . .
Years Since Most Recent Episode age (mteracﬂve factors).

2
S

Hazard Function (per eye-year)
o o
S bt
& o

2
3
3

+Holland GN, et al., Analysis of recurrence patierns
‘associated with toxoplasmic retinochoroidits.
Am J Ophthalmol. 2008 ;145(6):1007-1013.

94

95

Option of an antibiotic prophylaxis
following the conventiona treatment of an active lesion of
OcularTosoplasmoss (OT)

© Al patients with an active lesion

A r antibiotic prophylaxis can be

G CU rrent discussed
qu idance ‘o Frequent recurrences (> every 3years)

© Firstactive leslon (primary OT) <10 years ago
© Middle-aged or elderly patients

Prophylaxis ?

A one-year antiblotic prophylaxis can be

© Very frequent recurrences (> every 2 years) *

© Firstactive lesion (primary OT)

© Middle-aged or elderly patients suffering primary OT in mid/older
age

© Vision threatening localization of the active lesion
© Compromised

Reich M, Mackensen F. Ocular toxoplasmosis:
background and evidence for antibiotic
prophylaxis. Curr Opin Ophthalmol 2015; 26
(Nov): 498-505

A one- or two- year antibiotic prophylaxis can be.
recommended

QUIZ TIME

+ 16 W/M

« Slight decrease in VA
recently

« VA = 20/40 (OS), DX
=?

+DDx =?

Active lesions are white and fluffy with vitritis.
(a controversial indication to all oral prednisone)

96

97
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All you need to know about
differentiating ocular histo from toxo

* Histoplasmosis
« Fungal organism

* Toxoplasmosis
« Obligate intracellular
* Vector is fowl guano with parasite
geographic predispositions « Vectors are multi (but NOT
« Affects Lungs OR Eyes fowl) with regional

* Triad of ocular signs predictions
« perihpheral “histo spots” « Systemic involvement
* parapapillary atrophy * Ocular signs

« macular involvement « peripheral scarring
« Histologically is a primary + REACTIVATION
iditi * Histologically is a primary

Ocular Toxoplasmosis

* Questions

* Comments

98 99
PL, 1982 PL, 1982
Dx: CSR (OS, 20/30) Dx: CSR (OS, 20/30) now mac hole and GA
now mac hole and GA (1998)
(1998)
20/60
20/60
100 101
(2008)

20/20; 20/80

102

103

13
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104 105
[ =
Bedi Bl
3 i «“...central serous is not an innocuous disease.”
H
- R. Morris, MD (c. 1982)
(“Retinologist”)
Change analysis (stable)
Note how the instrument is “fooled” OS P
106 107
Let’s look at an acute case 46 Asian Male

* "blurry vision”
* X 3 mo OS; began only last night OD

* Began new BP med last week

* Has never had eye exam

« Central blur in OS has improved somewhat
* + floaters X 1 yr

« - flashes, discharge, pain

108

109

14
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46 Asian Male

* Previous ocular history is negative for refractive correction, injury,
glaucoma, cataract, strabismus, amblyopia, etc.

+ Family medical / ocular histories negative
* No known allergies

* Began lisinopril gD X 1 wk. [ACE inhibitor]
- BP 150/100

46 Asian Male

* VA 20/40- 20/400 (PHNI)
* -RAPD
+ IOP: 14/14

* No EOM restrictions

 Confrontation FTFC OD, OS
+-1.50/-2.25-0.50 X 070 VA NI

* Anterior segment unremarkable OD, OS

110

111

Baseline

112 113
”””” OU Anaysis-Opti Dise Cube 200521000 ®]® 05
Note disc : =
margin
elevation
Note serous sub-retinal fluid and
cystic spaces
114 115

15
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And RNFL
defect (OS)\ 2

RNFL Thickness

46 A M with CSR, HR

* Initiated Nevanac bid
« RTC X 1 wk
« Correspond with PCP

+@1-wkF/U
+ BP =138/92

* VA 20/25,20/40 !
* (-1.00/-0.75-0.50 X 070)

AL Lol

116

117

46 A M with CSR, HR

* Initiated Nevanac bid

*@2-wkF/U
*BP =140/92
* VA 20/20-,20/20- !!!

- (refraction unchanged)
+ Continue Nevanac bid
* RTC X 1 Wk

3-week follow-up

D/C Nevanac

118

119

D/C Nevanac

120

121

16
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CSR

* Questions Y'W :
d

» Comments

Recent support for topical NSAIDs for acute CSR

Bahadorani S, Maclean K, Wannamaker K, Chu ER, Gresores N, Sohn
JH, Diaz-Roh R, Singer MA. Ti of central serous
chorioretinopathy with topical NSAIDs. Clin Ophthalmol. 2019 Aug
15;13:1543-1548. doi: 10.2147/OPTH.5202047

122 123

20 WM OD

Initial presentation

« Laser injury to face with (within hours of

both eyes potentially 1 the incident)
involved ’V \
\

(Micra laser with a legend Good signal
amplifier, 800nm, generally set strength
at 2.5 watts, mode lock pulse
| - . q
xe) i ) . Minimal disruption r——
« Persistent after-image; no ‘ of PIL s h

further VA reduction

subjectively &
* VA 20/20 in each eye E

P:g":;;mnl:l:mges: :I;;Enevl;;s(er oD @[O0 os I:IghDe; |on.lmages: HD 5 Line Raster oD @O 0s

Scan Angle: 50" Spacing: 005 mm Lengin: 6 mm

Scan Angi: 0 Spacing: 0ozsmm  Length: Smm

6-week F/U with

6-week F/U with : - : i
S .

ultra high ultra high

resolution resolution ~
imaging imaging

Vertical Horizontal

orientation orientation

shows intact and shows residual

fully formed PIL but minimal

disruption of PIL

126 127

17
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Mtanes K Mimouni M Zavit-Soudry S

EUBBOSE
mm Jinical indings o patiens with laserinduuced cetinal il

Summary

« 7 cases over 2 years; mean age 18.7 yrs (12-26)

« Exposure: several seconds, 5SmW green laser
pointer

« Presenting VA range: 20/20 to CF; all reported
central/paracentral soctomata.

- Distance from source, spot size were not
recorded.

(MPE calculation was, therefore, impossible)

128

129

Summary

« 5 eyes showed ophthalmoscopic signs of round
retinal discoloration (yellowish/orange)at the macula

« 2 eyes showed macular subhyaloid hemorrhage

« 1 eye had FTMH with CME

« Baseline SD-OCT revealed disruption of the
PiL/ellipsoid zone band, and extended toward the
inner aspect of the RPE band.

« Treatment = oral steroids 0.5 mg/kg/day.(e.g. 40 mg/80Kg)
« All buttwo eyes returned to 20/20 (20/40, CF 2 m.)

* Follow-up 2-12 mo.

A little different story

(Left) 5/25 Right macula with pigmentary disruption.
(Right) 20/20 Left macula is uninvolved

130

131

Close up of right macula. Note proliferative pigmentary response

Lino Restor o0 e[Cos HD 5 Line Rastor o0 @[ 05

High-resolution scans showing dimension of the laser injury lesion. Note the

disorganization of the outer retina corresponding to other clinical findings.

132

133

18


https://www.ncbi.nlm.nih.gov/pubmed/?term=Mtanes%20K%5BAuthor%5D&cauthor=true&cauthor_uid=29913024
https://www.ncbi.nlm.nih.gov/pubmed/?term=Mimouni%20M%5BAuthor%5D&cauthor=true&cauthor_uid=29913024
https://www.ncbi.nlm.nih.gov/pubmed/?term=Zayit-Soudry%20S%5BAuthor%5D&cauthor=true&cauthor_uid=29913024
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Photic laser injury

Accidental momentary exposure
from commercial sources

Vvs.

OVERREACTION

=l |ntentional exposure to lower
Tu ESDAY E powered sources (pointers)

Another cross-section through the right macula showing thickened
inner retina and demonstrating vitreo-macular adherence. The outer retina is
disturbed, as well

134 135

Apparent acute laser injury report -2018
VA 20/30 OD

Alexandria, VA) before symptom onset. & g e |
20/60 OS - T y ; ly ini h |
. k - Two gers (mentally ) who injured b
Central scotomas on Amsler testing. -
. . 1 — 20/400 20/300
Bilateral subtle foveal granularity. 2 4/ E 2

OCT revealed bilateral focal disruptio
“beam bending

in the ellipsoid and interdigitation
zones subfoveally. _ laser game”
Multifocal ERG showed mild ( A (
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When I'm bored | go around putting
these stickers on paper towel
dispensers
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